This study for the first time investigated resting state corticolimbic connectivity abnormalities in unmedicated bipolar disorder (BD) and compared them with findings in healthy controls and unipolar major depressive disorder (MDD) patient groups. Resting state correlations of low frequency BOLD fluctuations (LFBF) in echoplanar functional magnetic resonance (fMRI) data were acquired from a priori defined regions of interests (ROIs) in the pregenual anterior cingulate cortex (pgACC), dorsomedial thalamus (DMTHAL), pallidostriatum (PST) and amygdala (AMYG), to investigate corticolimbic functional connectivity in unmedicated BD patients in comparison to healthy subjects and MDD patients. Data were acquired from 11 unmedicated BD patients [six manic (BDM) and five depressed (BDD)], and compared with data available from 15 unmedicated MDD and 15 healthy subjects. BD patients had significantly decreased pgACC connectivity to the left and right DMTHAL, similar to findings seen in MDD. Additionally, BD patients had decreased pgACC connectivity with the left and right AMYG as well as the left PST. An exploratory analysis revealed that both BDD and BDM patients had decreased connectivity between the pgACC and DMTHAL. The results of the study indicate a common finding of decreased corticolimbic functional connectivity in different types of mood disorders.
Introduction
Converging findings from animal and human studies point to the anterior cingulate-pallidostriatal-thalamicamygdala circuit as a putative corticolimbic moodregulating circuit (MRC) that may be dysfunctional in mood disorders (Drevets, 1998; Anand and Charney, 2000; Mayberg, 2003) . Brain-imaging techniques such as functional magnetic resonance imaging (fMRI) and positron emission tomography have shown increased activation in major depressive disorder (MDD) of mood-generating limbic areas such as the amygdala (AMYG) (Ketter et al., 2001; Sheline et al., 2001; Drevets et al., 2002; Siegle et al., 2002; Anand et al., 2005a) , ventral striatum (VST), and dorsomedial thalamus (DMTHAL) (Drevets, 1998; Taber et al., 2004) . Other areas of the brain that are also implicated 
